This leads to defects in cortical axonal development. By using DiI tracing as well as L1 immunohistochemistry techniques, we showed that in the Apc mutants cortical axons are absent and that thalamocortical axons initially navigate into the ventral telencephalon normally but fail to complete their journey into the cerebral cortex. They stop as they approach the pallial-subpallial boundary. Our in vitro explant culture experiments ruled out the possibility that the Apc mutant cortex is more repulsive than the control cortex. Additionally, Ig-Nrg1 (Neuregulin-1), the secreted protein that was suggested to play long-range roles in attracting thalamic axons towards the cortex, is present in the Apc mutant.

